Severe pharyngolaryngeal oedema is a rare but well-recognised complication of pregnancy occurring in association with pre-eclampsia or prolonged labour.I-7 It is often asymptomatic and found at laryngoscopy where it can make endotrachefll intubation difficult and sometimes impossible. 1 ,4 It can also present as facial or neck oedema 1,2,4,5 or with breathing difficulties. 2 ,3 Aggravating factors are infection 3 and airway trauma. 6 A tracheostomy has been required on one occasion, 6 but no death has been reported. The following is a case of acute pharyngolaryngeal oedema in a severely pre-eclamptic Aboriginal woman which was very rapidly progressive and required urgent airway management.
CASE REPORT A 21-year-old, 55-kg Aboriginal female was admitted at 38 weeks gestation with severe preeclampsia. She had a blood pressure of 1801120 mmHg, proteinuria (4 + ) and mild neck oedema.
She had no significant past medical history and her pregnancy up to this point was unremarkable. On admission she was commenced on a hydralazine infusion and given phenytoin. All investigations including a full blood count, electrolytes, liver function tests and ECG were essentially normal, however, her albumin was only 21 g.l-I. She had no evidence of an upper respiratory tract infection and her chest X-ray was normal. There was little peripheral oedema. Since she was not in labour it was decided to perform a caesarean section. She did not want an epidural anaesthetic. She was transferred to the intensive care unit one hour after admission for preoperative haemodynamic workup, but by this time her face and neck had become grossly oedematous and she was unable to open her eyes. Examination revealed a clear chest, grossly swollen lips and tongue and she was having difficulty breathing with some stridor. Her uvula, however, was still visible and it had been noted that previously she had been easy to intubate. Her blood pressure had fallen to 150/100. In addition she was complaining of headache, breathlessness and a change in voice. She was becoming irritable and had developed brisk reflexes, but with no neck stiffness. She would not allow the insertion of an arterial or central line and would not allow us to perform direct laryngoscopy_ It was felt that unless her airway was secured rapidly she might become more stridulous and potentially more difficult to intubate and so she was immediately taken to the operating theatre. An awake intubation was deemed inappropriate in view of her worsening headache, increasing agitation and poor co-operation. All preparations were made for a difficult intubation. She was given sodium citrate, pre-oxygenated, given a bolus of hydralazine and induced with fentanyl 100 micrograms followed two minutes later by propofol 150 mg, cricoid pressure and suxamethonium. Two consultant anaesthetists were present at induction. Laryngoscopy was difficult and it was noted that her tongue, uvula, epiglottis and larynx were grossly oedematous, but intubation was achieved quickly with a size 7 mm endotracheal tube which just fitted through the cords. She subsequently underwent an uneventful caesarean section during which a healthy girl was delivered. There were no marked rises in blood pressure during the inductive period. Postoperatively it was decided to keep her intubated until the oedema subsided. She was accordingly transferred to the intensive care unit and sedated with sodium nitroprusside. Over the next 36 hours she had a brisk diuresis and her albumin rose to 26 g.l-I. The facial oedema settled and she was successfully extubated. Phenytoin was given for three days and the hypertension settled. Her reflexes remained brisk for two days. Recovery was complicated by a mild chest infection, but there were no other sequelae.
DISCUSSION
There have been eleven cases of severe pharyngolaryngeal oedema associated with pregnancy reported in the literature. I -6 Eight of these cases were associated with pre-eclamptic toxaemia 1-6 and three with prolonged labour. 1,5 The mean age was 27.3 (SD 5) years and mean gestation was 35.5 (SD 4.3) weeks, where reported. A swollen neck or face was noted only in five cases. 1,2,4,5 One patient underwent a caesarean section under general anaesthesia following awake intubation 2 and another had a vaginal delivery under epidural anaesthesia following successful treatment of stridor with dexamethasone and antibiotics. 3 There were two failed intubations, one had a caesarean section under epidural 4 and the other had a uterine evacuation under general anaesthesia with a facemask. I The remainder had caesarean sections performed under general anaesthesia with an endotracheal tube in situ. One patient developed airway obstruction three days after extubation and required a tracheostomy. 6 No previous case report has described such a rapid preoperative deterioration in the airway.
The precise pathophysiology of pharyngolaryngeal oedema associated with pregnancy is unknown. Hypoproteinaemia and sodium retention secondary to renal dysfunction are probable causes where pharyngolaryngeal oedema is part of severe generalised oedema. 8 However, cases where pharyngolaryngeal oedema is the main presenting feature of pre-eclamptic toxaemia or where it is not associated with pre-eclamptic toxaemia are more difficult to explain. It has been postulated that in some circumstances pharyngolaryngeal oedema may be related to the raised venous pressures obtained during straining in labour. 5 This case demonstrates the rapidity with which airway problems can arise in pharyngolaryngeal oedema associated with pregnancy. Injust one hour the oedema progressed from mild neck oedema to gross facial, tongue and pharyngeal oedema that significantly compromised the airway. The management of this patient was complicated by cerebral irritability which prevented the insertion of an arterial or central line or the performance of direct laryngoscopy. The rapidly progressive airway problem meant that the airway needed to be secured quickly. The decision to proceed to general anaesthesia with a modified rapid-sequence induction was not taken lightly, but given the requirement for airway control, the lack of co-operation secondary to cerebral irritability, and the overall speed of deterioration, there was little choice.
HelIer et at. performed direct laryngoscopy on two obstetric patients with pharyngolaryngeal oedema to assess the airway and subsequently performed an awake intubation on one case based on their findings. 2 They did not report the effect of this techniqe on blood pressure. In this case laryngoscopic airway assessment was not possible because of poor patient compliance. Where marked hypertension and cerebral irritation are already manifest, awake intubation may not be the most suitable method of securing the airway if it leads to a further rise in blood pressure. We would recommend direct arterial pressure monitoring where possible if awake intubation is to be attempted in pre-eclamptic patients with pharyngolaryngeal oedema to allow close control of the blood pressure with vasodilators. We would also recommend that any obstetric patient with head or neck swelling or suspected pharyngolaryngeal oedema be observed continuously and be referred urgently to the anaesthetist for airway assessment. Regional techniques should be used where possible, but when the airway is acutely compromised intubation is usually unavoidable, though the successful use of dexamethasone has been reported. 3 The problems of general anaesthesia versus epidural anaesthesia in pre-eclamptic toxaemia have been outlined by Willdeck-Lund. 9 The decision to extubate a patient with pharyngolaryngeal oedema should be based on the degree of oedema present. This can be assessed at regular intervals with a fibreoptic laryngoscope. 2 Following extubation patients should be continuously observed for up to 72 hours since late airway obstruction has been reported and preeclamptic toxaemia may take this time to resolve. 6
